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Epigenetic study of effects of obese pregnancy on her offspring in
terms of inflammation
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We investigated the effect of a maternal high-fat diet (HFD) on fetal growth and
carbohydrate metabolism using a diet-induced obesity mouse model.

As a result, at 10-week-old, the weight was not different between the normal diet
(ND) and high fat diet (HFD) offspring. However, systolic blood pressure was
significantly higher in the HFD offspring than in the ND offspring. Although glucose
tolerance was significantly lower in the HFD offspring than in the ND offspring,
insulin tolerant test did not show significant difference among two groups. The
hematoxylin-eosin staining showed islet loss in the HFD offspring.

The present study demonstrated that maternal obesity causes increase of blood
pressure and glucose intolerance through beta cell dysfunction in her offspring. Also,
we suggest that this obese mice model is a useful tool to assess mechanisms of
metabolic syndrome in the offspring.
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